Abstract. The peroxidase-antiperoxidase (PAP) 
, and the theory is advanced that autoimmune thyroiditis represents a form of ectopic GALT in which B-cells, which normally home on markers in the gut, are attracted instead to antigenically active sites in the thyroid.
Since the discovery of antithyroid antibodies by Roitt et al. (1956) and the production of experi¬ mental autoimmune thyroiditis by Rose & Witebsky (1956) , it has been generally accepted that chronic lymphocytic (Hashimoto's) thyroiditis is an autoim¬ mune disease. Considerable effort has been spent on characterising the antibodies, and recent evi¬ dence suggests thev are predominantly of thyroid rather that peripheral origin, produced by plasma cells-within the lymphoid infiltrate (Weetman et al. 1982 (Yagi 1981; Knecht et al. 1981) . Efforts have similarly been made to classify the circulating lymphocyte subpopulations in thyroiditis (Podleski 1971; Urbaniak et al. 1973; McGregor et al. 1979 (Curran & Jones 1977 (Cook 1974 (Fig. 5a ) was found to be fragmented, compressed and destroyed bv the 'invasion zone' (Fig. 5b) . In some instances, the integrity of the basement membrane surrounding individual thvroid follicles was clearlv breached by Ig-containing (IgG) cells (Fig. 6) . The overall plasma cell distribution, class byclass, and thvroid bv thvroid. is summarised in (Yagi 1981; Irvine & Muir 1962; Matsuta 1982) . and the phe¬ nomenon mav represent a specific and advanced stage of thyroiditis (Matsuta 1982 (Fahev & Goodman 1969) . According to Torrigiani et al. ( 1968) , some 20 % of the antibodies are IgA. Podleski (1971) (Parrott 1976) .
The follicle centre of the tonsil, according to Curran & Jones (1977) 
